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Table 1 Characteristics of the five meningococcal disease cases 
Starting Going to the Sharing Sero/ Source of Classroom PFGE 
No. Age Sex symptoms swimming pool monitor Outcome subtype the isolate contact pattern 
1 3 Female 28 January Wednesday and Friday Yes Survived B:ND Blood No ND 
3 4 Male 13 February Wednesday andThursday No Survived B:ND Throat Yes ND 
2 4 Male 9 February Monday Yes Survived B:4:P1.4 Blood Yes 1 
4 1 Male 28 February Every day Died B:4:P1.4 Blood No 1 
5 2 Female 1 May Monday and Wednesday Yes Died B:4:P1.4 Blood No 1 
ND, not determined. 
5ocial contact with the monitor (see text) 
months later a fifth case appeared in a child who was 
attending her swimming course. It is possible that 
she had been reinfected by contact with some other 
asymptomatic carrier, but we cannot be sure that she 
was the source of the fifth case. 
After case 5 appeared, chemoprophylaxis was again 
given to the monitor and a few days later a throat swab 
was taken with a negative result. It is important M note 
that general chemoprophylaxis at the swimming pool 
was only recommended after this fifth case occurred, so 
the strain could have been circulating for the entire 
2 months. When the fifth case appeared, a throat swab 
was taken from her sister and a meningococcal strain 
was isolated. This meningococcal isolate was also 
characterized as B:4:P1.4, showing the same PFGE 
profile (pattern 1) as the three strains isolated from 
patients. This asymptomatic carrier also assisted at the 
swimming pool but she did not share the monitor with 
the four infected cases. 
It is widely accepted that the primary means 
for prevention of secondary cases of meningococcal 
disease should be administration of antimicrobial 
chemoprophylaxis to close contacts of sporadic cases of 
meningococcal disease [3,4]. Although a search for 
social links between cases is recommended in some 
countries when clusters occur [5], close contacts are 
usually mainly considered to be household members 
and day-care center contacts. In conclusion, we think 
that there was a cluster of invasive meningococcal 
disease in which the only common activity established 
was attendance at a swimming pool at a sports club. 
This kind of activity has not been well defined as a risk 
for transmission of N. rneningitidis, in view of the short 
duration and low intensity of the contact. In our 
opinion, these common sporting activities should be 
considered in investigations of outbreaks or clusters. 
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Streptococcal toxic shock syndrome: an unusual toxin 
gene profile 
Clin Microbiol Infect 1998; 4: 350-351 
Group A streptococci (GAS) are known to cause severe 
infections with rapid and frequently fatal outcomes, 
irrespective of the immunologic status of the host [l]. 
Strains of GAS isolated from patients with invasive 
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disease have been predominantly M types 1 and 3, 
which may produce pyrogenic exotoxin A or B or both 
[2-41. We have isolated an M-type 12 GAS strain that 
possesses pyrogenic exotoxin genes for A, B and C from 
a patient with toxic shock syndrome (TSS). 
A 73-year-old male patient was admitted to 
hospital for angioplasty treatment. On the first day 
following surgery he became febrile ( d a r y  tempera- 
ture 39.7"C), with prostration and tachypnea. During 
the next 2 days his blood pressure fell from 119/60 to 
65/33 and he presented with leukopenia (3.2 x 109/L), 
neutrophilia (95%), thrombocytopenia (76 x 109/L), a 
low fibrinogen level (267 mg%), prolonged clotting 
times (PT 78%=1.3 INR, APTT 42 s), the presence 
of fibrinogen degradation products (> 20 mg/L), liver 
involvement (alanine aminotransferase 105 U/L), 
rapidly progressive renal failure (creatinine values of 
203.3-415.5 pmol/L), uncompensated metabolic acid- 
osis and mental confusion. He developed cardiac shock 
(systolic blood pressure $40 mmHg) and multi-organ 
failure. He died of cardiorespiratory arrest on the 
morning of the fourth day, despite supportive therapy. 
Blood cultures (Hkmoline performance diphasique, 
bioMCrieux, France) performed on the first day were 
positive on day 3 and yielded Lancefield group A 
streptococci as identified by fi-hemolysis on blood 
agar and latex agglutination (Slidex Strepto-Kit, 
bioMkrieux, France). Further studies undertaken at the 
PHLS Streptococcus and Diphtheria Reference Unit 
(London) identified the GAS as M-type 12 with the 
presence of three exotoxin genes, A, B and C [l]. 
A definitive portal of entry could not be ascertained 
because the patient died before further specimens from 
the upper respiratory tract or skin lesions could be 
collected. It is likely that the streptococcal infection 
resulted from trauma during surgery, as skin lesions are 
generally the most commonly reported predisposing 
factor for invasive disease [1,3,5]. All staff members 
who were in contact with the patient were questioned 
about the presence of possible streptococcal infection, 
and swabs were taken from their throats and any skin 
lesions. GAS strains were not isolated from the staff. 
The possession of all three genes is not usual in 
M12 strains but this has been documented [1,6]. To our 
knowledge, this is the first time that an M12 strain with 
all three pyrogenic exotoxins has been identified in 
Portugal. 
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Heterozygosity for the CCR-5 A32 deletion, 
HIV-1 transmission anrt disease progression 
Clin Microbiol Infect 1998; 4: 351-353 
The fi-clnemokine receptor 5 (CCR-5) is the major 
co-receptor for macrophage-tropic non-syncytium- 
inducing isolates of HIV-1 [l]. These strains pre- 
dominate during the asymptomatic phase of the disease 
in infected individuals and are implicated in about 90% 
of cases of sexual transmission of HIV-1 [ 2 ] .  Some 
subjects who remain uninfected despite extensive 
high-risk sexual exposure to HIV-1 have been recently 
shown to have an identical homozygous defect con- 
sisting of a 32-nucleotide deletion in the CCR-5 
gene (A32) [3-61. Both epidemiologic data and in 
vitro studies support the firm conclusion that A32 
homozygotes are highly resistant to sexual acquisition 
of infection because their cells fail to express the 
functional co-receptor for macrophage-tropic strains 
of HIV-1 [3-61. Peripheral blood mononuclear cells 
